The in vitro response to sheep erythrocytes of mesenteric lymph node cells from mice infected with the larval cestode Taenia crassiceps is significantly depressed and can be restored to control levels by addition of activated peritoneal cells Depression of the immune response of a host occurs in a number of different parasitic infections. Several mechanisms have been postulated, including antigenic competition (4, 6, 15, 28) , induction of suppressor cells (2, 3, 5, 13, 15, 24) , defects in accessory cell (macrophage) function (1, 11, 17, 29, 31) , and interference with antigen uptake by nonspecific inflammatory processes (18) . The mechanism of immunodepression is not identical in all types ofparasitic infections, and it is not yet clear whether the predominating mechanism is determined by the species of parasite involved, or by other factors such as the site of infection.
Previous studies in our laboratory have shown that infection of mice with larvae of the cestode Taenia crassiceps results in depression of the antibody response to sheep erythrocytes (SRBC) both in vivo and in vitro (8 Bacterial-conditioned medium. Bacterial-conditioned medium (BacCM), a potent adjuvant for inducing immunity in vitro (26) , was used for stimulation of PCs. This medium, the culture supernatant from the psychrophilic gliding bacteria designated GB-1, was the gift of Stan Shiigi, Department of Bacteriology and Immunology, University of California, Berkeley.
T-cell depletion. Rabbit anti-mouse brain serum was prepared, absorbed, and tested by the procedures of Golub (7) . Cells were treated with rabbit anti-mouse brain for 30 min at 4°C at a concentration of 1 x 107 cells/ml. The cells were then centrifuged (250 x g for 10 min), and the pellet was resuspended and incubated in the presence of agarose-absorbed guinea pig complement for 30 min at 37°C. Dilutions of antisera were used that killed at least 95% of a thymocyte suspension and eliminated all T-helper activity in normal spleen as shown by primary in vitro antibody production.
Irradiation of cells. PCs were suspended in balanced salt solution to a concentration of 1 x 107 cells/mil and irradiated with 2,500 rads by using a Norelco MG150 X-ray machine (Phillips Electronics Instrument Co., N.Y.). The dose rate was 187 rads/min at 150 kV, 10 mA, and a focal distance of 40 cm. Assay for PFC. A modification of the method of Jeme et al. (14) was employed to determine the number of PFC. The amount of diethylaminoethyl-dextran was increased to 1 mg/ml, and bottomless plates were used.
Mitogen responses. Cells were suspended in complete tissue culture medium supplemented with 5% fetal bovine serum (lot #45219, Grand Island Biological Co.) and maintained in triplicate as 0.25-ml cultures in microtiter plates (Falcon Plastics #3040) containing 5 (Table 2) . There was no significant depression of the response to any of the mitogens tested. Thus, by these criteria, the T and B lymphocytes from the MLN of infected mice appear to be normal.
Function of adherent and nonadherent MLN cells from infected and normal mice in the in vitro response to SRBC. Both adherent (accessory cell rich) and nonadherent (lymphocyte rich) cells are required for an in vitro response to SRBC (21) . Adherent MLN cells from control and infected mice were compared for their ability to restore the in vitro response to SRBC of normal nonadherent MLN cells ( 'Normal PCs were depleted of T lymphocytes by treatment with rabbit anti-mouse brain serum (RAMB) and complement (C) and then activated in vitro. 'Normal PCs treated with complement (C) alone before activation in vitro. (Tables 5  and 6 ). Our failure to obtain complete restoration with unstimulated PCs is consistent with the results of others (20, 27) , who found that prior stimulation in vivo or in vitro is required to obtain functional restoration with PC populations. The presence of an accessory cell defect in infected mice is further indicated by the failure of adherent MLN cells from infected mice to reconstitute the response of normal nonadherent MLN cells to control levels ( Table 3) .
The T and B lymphocytes of T. crassicepsinfected mice appear to be normal by the criterion of mitogen responsiveness ( (Table 3 ). In addition, the in vitro response to SRBC of MLN cells from infected mice can be restored by addition of accessory cell-restoring factors (R. I. Mishell and K. L. Miller, unpublished data). These data do not completely rule out alterations in T-helper function, since it is possible that reduced levels of T help in the MLN of infected mice may be offset by the added accessory cell activity (12, 25 The defect in accessory cell activity in T. crassiceps infection may be due to alterations in the distribution of particular subpopulations of accessory cells or to functional alterations of the cells. Chronic inflammation of the peritoneal cavity as a result of infection may result in the migration of accessory cells to the peritoneal cavity at the expense of the lymphoid organs. Competition of the lymphoid organs with the peritoneal cavity for available accessory cells could result in immunodepression, particularly in the response of the MLN, since accessory cells are limiting in this organ (10) . An accessory cell defect has been demonstrated in murine malaria (1, 11, 17, 29, 31) and is thought to be caused by functional alterations in accessory cells resulting from phagocytosis of excessive parasite debris (17). The overloading of accessory cells with parasite debris could interfere with antigen handling or factor production by accessory cells, both of which are thought to play a role in the induction and regulation of antibody synthesis (22, 30) . It is also possible that parasite-derived soluble products may have modulatory effects on the activity of accessory cells either directly (32) or in the form of antigen-antibody complexes binding to the Fc receptors on the cells (9, 16) . Further investigation is needed to determine the nature of the accessory cell defect in T. crassiceps infection. An examination of the accessory cells from infected mice for such functions as the ability to process antigen (10, 30) or to generate cooperative factors (22, 23) may help to identify the defect and the particular functions that are impaired.
